Introduction
Phycomycosis is a fungal infection caused by organisms belonging to the class Phycomycetes. Clinical infection with these fungi is found in association with pre-existing diseases such as diabetic ketoacidosis, leukaemia and lymphoma, uraemia, cirrhosis, septic abortion, and treatment with steroids and antibiotics. The infection can present clinically in several localized forms such as rhinocerebral, pulmonary or gastrointestinal, or may be seen in a disseminated form (Abramson, Wilson and Arky, 1967; Battock et al., 1968; Best et al., 1971; Gass, 1961; Gregory, Golden and Haymaker, 1943; Helderman, Cooper and Mann, 1974; Hoagland et al., 1961; McBride, Corson and Dammin, 1960; Meyer, Rosen and Armstrong, 1972; Medoff and Kobayashi, 1972; Sander et al., 1971; Straatsma, Zimmermal and Gass, 1962; Touche, Sutherland and Telling, 1963; Wasserman, Shields and Sporn, 1961) .
The rhinocerebral form is seen most often in association with diabetic ketoacidosis with 75% of all reported cases having such an association (Battock et al., 1968) . Phycomycosis of the rhinocerebral type usually presents as a progressive disease with a fulminant course. Despite present therapy, death often occurs within a few days to several weeks after the onset (Abramson et al., 1967; Best et al., 1971; Gass, 1961; Gregory et al., 1943; Helderman et al., 1974; Hoagland et al., 1961; McBride et al., 1960; Meyer et al., 1972; Sander et al., 1971; Straatsma et al., 1961; Touche et al., 1963; Wasserman et al., 1961) .
Two cases of documented rhinocerebral phycomycosis in association with diabetic ketoacidosis are presented to draw attention to a more chronic course of the infection. The diagnostic pattern and modalities of therapy of this disease are discussed. (Emmons, Binford and Utz, 1970) . These organisms are characterized by broad non-septate hyphae which are 5 to 50 ,im in width (Abramson et al., 1967 After the initial non-specific complaints, specific symptoms and signs develop. As previously outlined by Smith and Kirchner (1958) , they include: (1) dark blood-tinged nasal discharge from the corresponding side of facial pain; (2) periorbital and perinasal swelling which progresses to induration and discoloration as vascular occlusion progresses; (3) ptosis of the eyelid, exophthalmos and ophthalmoplegia of the affected eye; (4) multiple unilateral cranial and systemic palsies; (5) black necrotic turbinates which can be easily mistaken for dried crusted blood. Additionally, there is progressive lethargy, unilateral headache, hemifacial anaesthesia, loss of vision, convulsions, or other evidence of meningoencephalitis (Abramson et al., 1967) .
After the infection becomes established, it tends to run a rapid fulminant course in spite of correction of the underlying ketoacidosis. Death can occur from days to weeks after the onset of symptoms, and the diagnosis is frequently made at post-mortem examination (Abramson et al., 1967; Wasserman et al., 1961) .
Given 
